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DECISION AND ORDER - DENYING BENEFITS

This proceeding arises from a claim for benefits under the Black Lung Benefits Act, 30
U.S.C. §901 et seq. In accordance with the Act and the pertinent regulations, this case was referred
to the Office of Administrative Law Judges by the Director, Office of Workers Compensation
Programs for aforma hearing.
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Benefits under the Act are awarded to persons who are totdly disabled within the meaning of
the Act due to pneumoconiosis or to the survivors of persons whose death was caused by
pneumoconioss. Pneumoconiosisis adust disease of the lungs arising from coa mine employment and
is commonly known as black lung.

A formd hearing was held in Ebensburg, Pennsylvania on June 13, 2001, a which dl parties
were afforded full opportunity to present evidence and argument, as provided by the Act and the
regulations found in Title 20 Code of Federa Regulations. Regulation section numbers mentioned in
this Decison and Order refer to sections of that Title. At the hearing, Director’ s exhibits (DX) 1 - 37,
Clamant’s exhibits (CX) 1 - 4, and Employer’s exhibits (EX) 1 - 8 were admitted into evidence. The
record was held open for thirty days post hearing for Dr. Joshua A. Perper’ s deposition, which was
marked as CX 5.

ISSUE

The only issue is whether the miner’ s death was due to pneumoconioss. The employer has
dipulated to thirty-seven years of cod mine employment.

FINDINGS OF FACT AND CONCLUSIONS OF LAW

Procedural History and Factual Background

Claimant is the widow of Richard P. Bradley (The miner or Decedent), who was born on
March 6, 1926 and died on May 16, 1999. (DX 1) The miner initidly filed aclaim on July 19, 1989
and was awarded benefits by the district director on October 26, 1989. (DX 35-1, DX 35-27)
Employer appealed and the undersigned denied benefits on January 29, 1991. (DX 35-46) Claimant
filed the ingtant claim for benefits on August 27, 1999. (DX 1) The didtrict director denied benefits by
Proposed Decision and Order Memorandum of Conference on August 22, 2000. (DX 32) The instant
case was referred to the Office of Adminigtrative Law Judges for a hearing on September 29, 2000.
(DX 37)

Claimant testified that the miner retired from the mines in 1988 due to breathing problems. (TR
10) The miner’s course of treatment for his breathing problem conssted of inhaers, home oxygen, and
the medications of Theo-Dur, Proventil, and Atrovent. (TR 10-11) Claimant also testified that when
the miner would exert himsdlf he would get out of breeth and have to sit down. (TR 12) The miner was
admitted a Miner’s Hospital for his breathing problem and then transferred to Haida Manor, where he
subsequently died. Id. The miner smoked cigarettes until 1988 or 1989. (TR 13) He would smoke
approximately one-half pack to one pack per day, however, he cut back to two cigarettes per day in
1988. Id.
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Medical Evidence

The summary of x-ray evidence in the undersigned’ s Decison and Order - Denying Benefits of
January 29, 1991 isincorporated by reference.

The miner’s degth certificate, dated May 16, 1999, listed the causes of degth as the following:
severe chronic obstructive lung disease; chronic hypoxia; chronic rend failure; and coronary artery
disease. (DX 11) The death certificate was Sgned by Dr. Matthew J. Dvorchak.

The autopsy report was prepared by Dr. Curtis S. Goldblatt, who is board certified in anatomic
and clinical pathology. (DX 12) Gross examination of the lungs reveded anthracotic pigment saining
over eighty percent of the surface, focdly fibrotic lungs on pa pation, and anthrocotic pigmentation
involving fifty percent of the parenchyma. His microscopic examination revealed “ severe architectura
distortion of the right upper lobe with dense parenchymal fibrous scar formation more than two
centimetersin grestest dimension, extending to the pleura surface” These fibrous scars contained
anthragilicotic pigment laden macrophages. Sections from other areas of the lung showed anthrasilicotic
macule formation up to four millimeters occupying fifty percent of the parenchyma. Dr. Goldblait
concluded the miner’ s cause of degth was acute bronchopneumonia with significant contributing causes
of death of complicated coa workers' pneumoconioss and severe pulmonary emphysema

Dr. Joshua Perper, aboard certified anatomic, clinica, and forensic pathologist, reviewed the
miner’s medical records and examined the autopsy dides on December 14, 1999. (DX 13) He noted
that the miner worked thirty-seven years as an underground coa the miner and was a heavy smoker
until he quit ten years prior to his degth. Dr. Perper determined that the lung dides showed complicated
cod workers pneumoconiosis with areas of fibro-anthracosis dightly exceeding two centimeters on the
background of severe smple coa workers pneumoconioss. Dr. Perper dso found hypoxia
associated with pneumoconiosis and chronic emphysema. The etiology of emphysemawas cigarette
smoking and coa workers pneumoconioss. He explained that dthough the miner’s previous smoking
history played an important role in his development of emphysema, this does not preclude the important
role of coal dust exposure and pneumoconioss. Dr. Perper explained that although some x-rays did
not reved sgnificant pneumoconioss, it is possble that a the time of the reading the pneumoconiotic
changes were not sufficiently developed to dlow detection or the radiologists may have missed the
diagnosis of pneumoconiosis. Dr. Perper stated that pneumoconiosis was a substantial contributory
cause of his degth through the presence of complicated pneumoconioss with clinica symptomatology,
objectively substantiated hypoxemia, obstructive pulmonary deficits, and chronic obstructive pulmonary
disease (COPD).

Dr. Stephen T. Bush, who is board certified in anatomic and dlinica pathology and medicd
microbiology, analyzed the miner’ s autopsy dides and report. In his February 3, 2000 report (DX 21),
Dr. Bush concluded that the miner had amild degree of pneumoconiosis and centrilobular emphysema.
He stated that the macules and micro nodules of pneumoconios's, measuring between 0.1 and 0.4
centimeters, are too small to meet the requirements of a diagnosis of complicated pneumoconiosis. He
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disagreed with Dr. Goldblatt’ s diagnosis of progressive massive fibross, Sating that Dr. Goldblatt’s
diagnosisisascar of the pleura and underlying lung from a past inflammatory process. Dr. Bush stated
that the miner’s cause of desth was from bronchopneumonia associated with centrilobular emphysema
He determined that pneumoconioss was too limited in degree and extent to have caused or contributed
to the bronchopneumoniain any sgnificant degree.

Dr. Richard L. Naeye, who is board certified in anatomic and clinica pathology, reviewed the
medical records and autopsy dides and submitted a report dated March 4, 2000. (DX 22) Hefound
mild to moderately severe cod workers pneumoconiosis. The physician stated that the anthracotic
meacules and micronodules are too smdl to meet minimum requirements of diagnosis of complicated
pneumoconiosis and he disagreed with Dr. Perper’ s findings that areas of fibro-anthracosis dightly
exceed two centimeters. Dr. Naeye explained that the miner’ s x-ray readings of 0/0 and 0/1 after
retiring from the coa minesin 1987 indicates tha his pneumoconioss must have been mild because
when pneumoconiosis is moderate to severe the lesons are visible on x-ray. He explained that the
dichotomy between the negative x-ray readings and what was found in the autopsy tissues suggests that
the autopsy tissues removed for microscopic examination are not representative of the lungs as awhole.
Dr. Naeye dtributed the miner’ s small airways obstruction to cigarette smoking and determined that
desth was due to severe, acute lobular pneumonia and rend failure. He opined that the miner’ssmple
cod workers pneumoconiosis was too mild to have made a measurable contribution to his respiratory
disability or to have hastened his death.

Dr. Bush reviewed additiond dides and medica documents on March 21, 2000. (DX 25)
Although the additiond autopsy dides revealed a greater severity of pneumoconioss than Dr. Bush
originaly diagnosed in his February 3, 2000 report, the presence of pneumoconioss destroyed no
more than five percent of lung tissue and therefore the disease is mild rather than severe. He
determined that the miner’s desth resulted from acute bronchopneumonia associated with moderately
severe centrilobular emphysema, which istypica of the emphysema noted in heavy cigarette smokers.
Dr. Bush found no causdl relationship between the smple cod workers' pneumoconiosis or cod mine
dust exposure and death from pneumonia and chronic obstructive pulmonary disease. The physician
determined that the miner would have died a the same time and in the same manner had he had never
been a cod the miner. He read Dr. Perper’s December 15, 1999 report and disagreed with the
physician’s diagnosis of complicated pneumoconiogs. Dr. Bush explained that the lesion exceeding
two centimetersis a subpleurd post inflammatory scar which istrgpped in asmall amount of dust
pigment, and not a coal worker macronodule.

Dr. Harvey Menddow, who is board certified in anatomic and clinicd pathology, reviewed the
miner’s medical records, diagnogtic tests, and autopsy dides on June 20, 2000. (DX 29) He
determined that the miner died as result of bilateral acute pneumonia and underlying severe COPD due
to advanced emphysema and chronic bronchitis. Dr. Mendelow diagnosed mild to moderate
pneumoconios's, but was in disagreement with Drs. Goldblatt and Perper’ s diagnosis of complicated
cod workers pneumoconioss and progressive massive fibrosis. The physician stated these areas
represent previous acute and chronic lung inflammation probably resulting from past episodes of
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pneumonia. He explained that none of the miner’s chest x-rays taken from his retirement until his deeth
revealed complicated pneumoconioss and that the pathologic findings at autopsy do not meet the
accepted standards established for this diagnosis. Dr. Mendelow concluded that The miner would have
died at the same time and in the same manner regardless if he had been athe miner.

Dr. Gregory Fino, who is board certified in interna medicine and pulmonary diseases, reviewed
the miner's medica records and submitted a report dated July 6, 2000. (DX 30) Dr. Fino found
pathological evidence of Smple pneumoconioss. He concluded that the miner died as aresult of
chronic respiratory disease due to smoking and that coad mine dust did not contribute to his deeth. Dr.
Fino determined that the miner would have died when he did had he never been acoa the miner.

Dr. Naeye reviewed three autopsy dides and submitted a report dated July 10, 2000. (DX 31)
He explained that if these three dides were representative of the lungs as a whole the appropriate
diagnosis would be severe, smple coa workers pneumoconiosis. Dr. Naeye further explained that the
other twelve dides had macules and micro nodules that were smaller and fewer in number than these
three dides. Furthermore, if the three dides were representative of the lungs as awhole the x-rays
taken of the miner’ s lungs would have reveded moderately severe or severe cod workers
pneumoconiosis, however, dl of the miner’s x-rays have been interpreted as 0/0 or 0/1. Additiondly,
Dr. Neeye stated “{ @ sfar as CWP is concerned these older x-ray findings were vaid on the day this
man died because smple CWP does not progress after aworker quits mining cod.”

Dr. Waheeb Rizkdla, who is board certified in anatomic and dinicd pathology, andyzed the
miner’s medical records and autopsy dides on December 13, 2000. (CX 1) He stated that the miner’s
microscopic dides reveded anthrasilicotic depositsin the lung tissue with slica crystas in the form of
macules and macronodules and scar emphysema. The immediate cause of desth was severe acute
bronchopneumonia which was affected by the cod dust and cod workers pneumoconiosisin the form
of macules, macronodules, and foca dust emphysema. The physician opined that pneumoconios's
accderated the miner’ sdeath. Dr. Rizkalla disagreed with the physicians who attributed the miner's
pulmonary imparment solely to cigarette smoking. He explained that smoking does not induce foca
emphysema; however, centrilobular emphysemais induced by both smoking and cod dust exposure.

Dr. Philip T. Cagle, aboard certified anatomic and clinica pathologis, reviewed the miner’s
autopsy dides on January 2, 2001. (EX 1) He determined that the lung dides showed scattered
meacules and micronodules between 0.2 and 0.5 centimeters in diameter with focal emphysematotaing
five percent of the lung surface area. The physician opined that the miner’s cause of desth was acute
pneumonia. Dr. Cagle stated that the miner’ s bullous emphysema was caused by tobacco smoking and
his foca emphysema surrounding the micronodules was not significant in terms of the amount of lung
tissueinvolved. He determined that there was no causa relationship between acute pneumonia and the
tobacco-caused bullous emphysema, which were the causes of the miner’ s death, and occupationa
pulmonary disease or dust exposure. Therefore, Dr. Cagle opined that the miner would have died at
the same time and in the same manner whether or not he had been exposed to cod dust.
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Dr. Rizkalla drafted a supplement letter dated January 12, 2001. (CX 3) He explained that he
measured nodules seen to be on the average of saven millimeters, while other nodules are more than
one centimeter in greatest dimension with areas of fibrosis measuring one centimeter to one and one-
haf centimeter with anthracoid pigmentation. Dr. Rizkalaexplained that medicd literature defines
complicated pneumoconioss any where from one to three centimeters in dimension. The nodules found
in the miner’ s lungs mesasuring more than one centimeter in greatest dimension and areas of
anthrasilicotic pigmentation with fibrosis up to one and one-hadf centimetersin dimension qudifies under
medica literature as complicated pneumoconios's.

The autopsy dides and medica records were reviewed by Dr. Joseph Tomashefski, a board
certified anatomic and clinica pathologist. In aFebruary 9, 2001 report (EX 2), Dr. Tomashefski
determined that the lung dides showed macules and micronodules ranging from one millimeter to seven
millimetersin dimension occupying about five to fifteen percent of the lung tissue represented on the
dides. He opined that the miner suffered from moderately severe smple cod workers
pneumoconios's, dong with severe end-stage mixed panacinar and centriacinar emphysema, chronic
bronchitis, and severe acute diffuse pneumonia. Because the largest nodular lesion messured only
seven and two tenths millimeters, Dr. Tomashefski determined that the miner did not have complicated
pneumoconios's because that diagnosis requires nodules of at least two centimetersin size. The
physician further stated that the miner’s pneumoconiosis was a very minor component of his overdl lung
remodeling, thus neither causing nor contributing to his deeth. Dr. Tomashefski based this opinion on
the x-ray evidence, which indicated that the miner’s smple coa workers pneumoconiosis was not
severe enough to have caused him any sgnificant respiratory impairment when he was dive. The
physician dso stated that the miner’ s advanced emphysema was entirely due to cigarette smoke
exposure. He further opined that the miner’ s chronic bronchitis was not due to coa dust exposure or
cod mine employment because his chronic bronchitis had persisted for years after his cod dust
exposure had ceased.

Dr. Rizkalawas deposed on March 13, 2001. (CX 4) He stated that the microscopic dides of
the lung tissue were technicaly acceptable in qudity and quantity and the physician found these didesto
be representative of the disease processin the lungs. (CX 4, pp. 8-9) He explained that arandom
sdlection of the lungsis based on taking different sections of the lungs without stressing upon a pecific
aea (CX 4, p. 15) Although this process may result in the dides varying in the amount of the disease
process, this does not imply that the dides are not representative of the disease process. (CX 4, p. 16)
Dr. Rizkala explained that the dides reveded two disease processes, cod workers pneumoconioss
and bronchopneumonia. (CX 4, p. 9) He diagnosed severe coa workers pneumoconiosis based upon
the number of macronodules contained in the dides, the distribution of the nodulesin the lungs, and
reading the origina autopsy report. (CX 4, p. 14) Dr. Rizkalareterated his previous diagnoss of
emphysema and explained that focal emphysemais not caused by smoking while centrilobular
emphysema s caused by both smoking and pneumoconioss. (CX 4, pp. 18-19) The physician Sated
that he cannot exclude cigarette smoking from the etiology of the miner’s centrilobular emphysema
because the miner had a significant smoking history and it is medically accepted that smoking causes
thisform of emphysema (CX 4, p. 24-25) Nor could the physician exclude the miner’ s lengthy cod
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mine employment as the cause of hisemphysema. (CX 4, p. 25) Hereiterated his previous conclusion
that smoking and cod workers pneumoconioss led to the miner’s pulmonary impairment, which
contributed to his death. (CX 4, p. 27, 35)

Dr. Steven P. Griffin, who is board certified in anatomic and clinica pathology, examined the
miner’s medica records and autopsy dides. (EX 3) The didesreveded amild extent of smple cod
workers pneumoconioss, which the physician attributed to the miner’s cod dust exposure. Dr. Griffin
disagreed with the diagnosis of complicated pneumoconios's for the following reasons: the fibrous areas
measuring up to two centimeters referred in the autopsy is subpleura scarring and not lesions of
pneumoconiosis, and the x-ray interpretations do not support a diagnosis of complicated
pneumoconioss. He concluded the miner’s cause of death as extengve acute pneumoniain addition to
bullous and centrilobular emphysema, indicating asgnificant dement of COPD. Dr. Griffin opined that
the miner’s smple pneumoconiosis did not contribute to his death because smple pneumoconios's does
not cause pneumoniaand did not have a measurable effect on his bresthing ability. He stated that
cigarette smoking is the etiology of the miner’ s emphysema and subsequent breathing distress. Dr.
Griffin further stated that the miner would have died &t the same date and time and in the same manner
whether he had ever set foot in acoa mine,

In his addendum letter dated May 9, 2001, Dr. Fino commented on the article Airways
obdtruction, coal mining, and disability. (EX 4) He stated that the methodology of the study indicates
that a mgjority of the coa the miners studied were referred by coal companies because when athe
miner filesacdam for black lung bendfits the referrd is part of the evdudtion of the dlaim. Dr. Fino
explained that this methodology did not flaw the results of the studly.

Dr. Bush was deposed on January 10, 2001. (EX 5) Hereiterated his previous opinion that
The miner had amild degree of smple coa workers' pneumoconios's and severe centrilobular
emphysema. (EX 5, p. 9) The physcian further reiterated that the miner’ s centrilobular emphysema
resulted from his heavy smoking higtory. Id. Dr. Bush attributed the miner’ s emphysemato smoking
cigarettes rather than coa dust exposure because less than five percent of his lung tissue was damaged
by pneumoconiosis while he had a severe degree of centrilobular emphysema (EX 5, p. 10) He
explained that the pneumoconiosis lesons were in some placesincidentaly randomly associated with
centrilobular emphysema; however, in the mgority of the lung areas was an independent process
affecting thelung. 1d. Dr. Bush further explained that the areas in the lung that show fibrotic changeis
the result of scarring from previous infections, and not severe pneumoconioss as diagnosed by Drs.
Goldblatt and Perper. (EX 5, pp.11-12) He concluded that the miner died from bronchopneumonia
associated with centrilobular emphysema as aresult of heavy cigarette smoking. (EX 5, p. 13) The
physician reiterated his previous conclusion that there was no casua nexus between the miner’s
exposure to coa dust and his degth. 1d.
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Dr. Fino was deposed on January 12, 2001. (EX 6) He determined that the miner died asa
result of a chronic respiratory disease with superimposed pneumonia. (EX 6, p. 7) The physician
explained that the degree of dinical pneumoconiodsin the miner’slungs as insufficient to cause any
respiratory impairment. (EX 6, p. 10) ItisDr. Fino's opinion that the miner’ s disability and subsequent
deeth was a complication of smoking and that cod mine dust played anegligible role in ether his
pulmonary disability or degth. (EX 6, p. 14)

Dr. Naeye was deposed on February 23, 2001. (EX 7) He averred that pneumoconiosis only
affected two or three percent of the miner’ stota lung parenchyma and the largest legion caused by cod
dust exposure measured four millimetersin diameter. (EX 7, pp. 17-18) Dr. Naeye repeated his earlier
gatement that the miner dso suffered from both foca and centrilobular emphysema, with the foca
emphysema only condtituting afew percent of the miner’ stota emphysema, chronic bronchitis, and
bronchialitis. (EX 7, pp. 18-19) He opined that the miner’s coa dust exposure was dightly related to
his degth insofar that cod dust exposure origindly contributed to his chronic bronchitis and bronchialitis;
however, these disorders persisted after the miner |eft the coal mines because of his heavy smoking
history. (EX 7, pp. 22-24) Dr. Naeye repegated his earlier statement that the dides were not
representative of the miner’ s lungs as awhole because if he had suffered from moderately severe
pneumoconioss the macules and micronodules would be of sufficient Size and number to produce
lesonsthat are eadly vigble on an x-ray. (EX 7, pp. 46-47) The physician opined that the large zones
of fibrogsin the miner’ s lung were old areas of pneumoniaand not related to coa workers
pneumoconiosis. (EX 7, pp. 47-48)

In his deposition of June 5, 2001, Dr. Cagle repeated his earlier statement that cause of death
was acute pneumonia with severe bullous emphysema due to cigarette smoking. (EX 8, p. 31) He
explained that the miner’ s bullous emphysema made him susceptible to pneumonia. (EX 8, p. 32) The
miner’s cod workers pneumoconiosis was not a contributing factor in his development of pneumonia
(EX 8, pp. 32-33) Dr. Cagle did not find pathologica evidence of complicated pneumoconios's or
progressve massve fibrogs. (EX 8, p. 33)

Dr. Perper was deposed on duly 2, 2001. (CX 5) He stated that the miner had diagnostic
evidence of lung disease since 1987 and it progressed over the years. (CX 5, pp. 7, 8, 11) Dr. Perper
found that the microscopic dides were of good quaity and representative of the lungs as awhole. (CX
5, p. 12) He discounted Dr. Naey€e' s opinion that because the x-ray evidence did not correlate with
the tissue dides, the dides were not representative of the lungs asawhole. (CX 5, p. 13) Dr. Perper
explained that the only indicator of a representative sampling of tissue is whether the sampling of tissue
was taken from those areas of the lung which shows various areas of injury and normd tissue; the
representativeness of the areais not a function of the radiologica findings. 1d. While Dr. Perper
averred that there were areas of acute bronchopneumonia found in the miner’ slungs, he did not believe
that there were areas of organized pneumonia. (CX 5, pp. 21-22) Dr. Perper opined that the miner’s
cause of death was pulmonary impairment with cod workers' pneumoconioss, with associated
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centrilobular emphysema contributed by smoking. (CX 5, p. 23) The physcian explained that the
miner’ s sgnificant smoking history and pneumoconiosis both contributed to hislung disease, and
therefore a person cannot exclude one while favoring the other. (CX 5, p. 24)

Condlusons of Law

Claimant has the burden of proving by a preponderance of the evidence that the miner’s death
was due to pneumoconioss which arose out of cod mine employment. 8§ 718.205(a). Desath will be
considered due to pneumoconioss where the medica evidence establishes that the miner’ s death was
due to pneumoconiogs, or where pneumoconioss was a substantially contributing cause or factor
leading to the miner’ s deeth or where the death was caused by complications of pneumoconios's, or
where the presumption in § 718.304 is gpplicable. § 718.205(c). Under amended § 718.205(c),
pneumoconiossis a“ substantialy contributing cause” of athe miner’ s deeth if it hastensthe miner’s
death. § 718.205(c)(5).

Section 718.304 of the Act creates an irrebuttable presumption of tota disability dueto
pneumoconioss and degth due to pneumoconiogisif the evidence establishes that aminer is suffering
from achronic dust disease of the lung which is manifested by (a) x-ray opacities gregter than one
centimeter in diameter and classified as Category A, B, C; or (b) an autopsy or biopsy which yields
massive lesons in the lung; or (¢) when diagnosed by means other than (a) or (b), would be a condition
which could reasonably be expected to yield the results described in (a) or (b). 20 C.F.R. § 718.304.
The adminidrative law judge must consider and weigh al rlevant evidence in determining whether the
evidence is sufficient to establish the presence of complicated pneumoconiosis. Melnick v.
Consolidation Coal Co., 16 BLR 1-31 (1991) (ALJ must first evauate the evidence in each category
and then weigh the evidence together prior to invocetion); Maypray v. Island Creek Coal Co., 7 BLR
1-683 (1985).

There are twenty-two interpretations of four different x-ray films contained in the record.
Although seven were read positive for pneumoconios's, none of these seven readings were interpreted
as showing large opacities. | note that the most recent x-ray interpretation of record is dated June 25,
1990, gpproximately nine years prior to the miner’s deeth. Since pneumoconiosisis alatent and
progressve disease, the x-ray interpretations of record are not very probetive as to the miner’ s degree
of pneumoconiosis on the date of his death. The preponderance of the x-ray evidence is negative for
complicated pneumoconios's and does not invoke the irrebuttable presumption at § 718.304(a).

Dr. Finoisthe only physician of record who is not a board certified pathologist. | find thet heis
not as qudified as the board certified pathologists in diagnosing complicated pneumoconioss
pathologically and thus accord his opinion little weight. Dr. Naeye believes that smple cod workers
pneumoconiods does not progress after cessation of mining. (DX 31) This statement repudiates the
progressive nature of pneumoconioss as defined by statute and case law. See 20 C.F.R. § 718.201(c)
(pneumoconiosisis recognized as a latent and progressive disease which may first become detectable
only after the cessation of coal mine dust exposure.); Labelle Processing Co. v. Svarrow, 72 F.3d
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308, 314(3rd Cir. 1995); Mullins Coal Co., Inc. v. Director, OWCP, 484 U.S. 135, 151 (1987).
Furthermore, Dr. Naeye stated that the dichotomy between the negative x-ray readings and the findings
at autopsy suggests that the dides were not representative of the lungsasawhole. Dr. Nagyeisthe
only pathologist of record to call into question the validity of the dides, both Drs. Rizkalaand Perper
refuted Dr. Nagy€ s opinion and gave a detailed explanation of how these dides were technicaly
acceptable and representative of the lungs asawhole. For these reasons | find Dr. Nagye' s opinion
unreligble and give his opinion little weight.

Drs. Bush, Menddlow, and Tomashefski dl agreed that the macules and micronodules of
pneumoconios's measuring between one and saven millimeters are too smal to meet the requirements of
complicated pneumoconioss. Drs. Bush, Menddow, and Griffin believed that the lesion measuring one
and one-haf centimetersis a subpleura scar and not alesion of progressive massve fibross. Dr. Bush
explained that the lesion is a pogt-inflammatory scar which istrapped in a small amount of dust pigment.
Furthermore, Drs. Mendelow, Tomashefski, and Griffin discounted complicated pneumoconiosis on the
bads that the miner’s chest x-rays did not reved complicated pneumoconiosis. Dr. Cagle found no
pathological evidence of complicated pneumoconioss or progressve massive fibross.

On microscopic examination, Dr. Goldblatt, the autopsy prosector, found “dense parenchyma
fibrous scar formation more than two centimeters in grestest dimension, extending to the pleura
surface’ containing anthrasilicotic pigment laden macrophages. He also listed complicated cod
workers pneumoconioss as a significant contributing cause of death. Dr. Perper reviewed the dides
and found complicated coal workers pneumoconiosis with aress of fibro-anthracos's exceeding two
centimetersin diameter. While Dr. Rizkala did not specificaly diagnose complicated pneumoconioss,
he explained that the lesions measuring over one centimeter in dimension quaify as complicated
pneumoconiosis.

The disagreement over whether the miner had complicated pneumoconios's centers on two
issues. Firgt, whether the macules and micronodules of pneumoconioss congtitute complicated
pneumoconiods, taking into account the size of the lesions. Second, whether the area measuring up to
two centimeters in diameter is progressve massive fibross or a subpleurd scar from a previous
inflammation.

The Board has hdld that an adminigrative law judge properly found the irrebuttable
presumption pursuant to § 718.304(b) where the physician diagnosed complicated pneumoconios's,
describing the lesions as up to one centimeter in diameter. Gruller v. Bethenergy Mines, Inc., 16
BLR 1-3(1991). The Third Circuit, the circuit in which this case arises, has affirmed the finding of
complicated pneumoconiosis where the physician described nodules measuring between one and one
and one-hdf centimetersin diameter. Clitesv. J. & L. Steel Corp., 663 F.2d 14 (3" Cir. 1981).
Caselaw has made it clear that a diagnosis of complicated pneumoconiosis is proper where the nodules
measure less than two centimetersin diameter. Although Drs. Perper and Rizkala reported
pneumoconiosis hodules measuring over one centimeter, the preponderance of the medicd evidence
revedls that the largest nodule found on the miner’ s lungs measured alittle over seven millimetersin



-11-
diameter. | have found no case law that supports afinding of complicated pneumoconioss where the
lesons were |ess than one centimeter in diameter. Therefore | find that the pneumoconioss lesons
measuring up to seven millimeters in diameter do not congtitute a finding of complicated pneumoconiosis
under § 718. 304(b).

Asfor the diagnosis of the lesions located in the upper right lobe, each party presented a
sgnificant amount of medica reports and depositions in support of its postion. In such cases it isthe
task of an adminigtrative law judge to accept one Sde' s testimony over the testimony of the other.
Walker v. Universal Terminal & Stevedoring Corp., 645 F.2d 170 (3 Cir. 1981). All of the
pathologists are board certified in anatomic and clinical pathology and possess superior credentids,
however, | find the opinion of Drs. Mendelow, Tomashefski, and Griffin more credible than the
opinions of Drs. Goldblatt, Perper, and Rizkdla Although Dr. Goldblatt, the autopsy prosector, noted
aleson conggtent with progressive massive fibrosis and determined that the miner’ s death was
sgnificantly contributed to by complicated cod workers pneumoconioss, he failed to explain how
complicated pneumoconiosis contributed to the miner’ s deeth. Dr. Goldblatt’s diagnosis of progressive
massive fibross was based upon the microscopic examination, and not the gross examination, of the
lung tissue. Since Dr. Goldblatt did not rely on his grass examination of the body, his opinion is not
entitled to deference because heisthe autopsy prosector. See Urgolites v. Beth Energy Mines, 17
BLR 1-20, 1-23 (1992). Although Dr. Perper determined that the lesions were consistent with
progressive massive fibross, he aso found that the miner suffered from hypoxia. He isthe only
pathologist of record to make this diagnosis and the record is void of any evidence that the miner
suffered from hypoxia. Dr. Perper’s diagnosis of hypoxia detracts from the credibility of his opinion as
awholeand | accord it little weight. Drs. Menddlow, Tomashefski, Griffin, and Bush al determined
that the lesons were aresult of a previous infection such as pneumonia rather than pneumoconios's.
Each gave awell reasoned opinion and each opinion is supported by the objective evidence of record.
Weighing dl of the evidence under 8§ 718.304(b), | find that the preponderance of the evidence is not
aufficient to invoke the irrebuttable presumption.

Section 718.304(c) provides that the irrebuttable presumption is established by other means
than those specified in paragraphs (a) or (b). Thereisno CT evidence and al of the medica reports
have been summarized above. Thereisno evidence of record which falls under § 718.304(c). *
Hence Claimant is unable to invoke the irrebuttable presumption of § 718.304 through evidence under
§ 718.304(c).

After gpplying the tandard in each prong, an adminigrative law judge must perform an
equivaency finding between the lesons and x-ray interpretations. Clitesv. Jones & Laughlin Seel
Corp., 663 F.2d 14 (3 Cir. 1981). Both the x-ray evidence and autopsy evidence are insufficient to
invoke the presumption. Although I found that the x-ray interpretations of record were not probative of

L1f I were to include the physician opinions as evidence under paragraph (c), | would weigh
them in the same manner.
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the miner’s condition a his deeth, the autopsy evidence is the most rdligble evidence of the existence of
pneumoconiosis. Terlip v. Director, OWCP, 7 BLR 1-688 (1985). Therefore, weighing al of the
evidence together | find that the preponderance of the evidence is insufficient to invoke the irrebuttable
presumption that the miner’ s death was due to pneumoconioss. | must now determine whether
pneumoconiosis was a substantialy contributing cause of the miner’ s deeth.

Dr. Goldblatt, the autopsy prosector, found that the miner’s pneumoconiosis contributed to his
degth. Drs. Perper and Rizkalla both agreed that the etiologies of the miner’ s emphysema were
cigarette smoking and cod dust exposure. They both explained that the miner’ s sgnificant smoking
history, dong with extensve underground coal mine history, contributed to his lung disease and one
cannot be excluded while favoring the other. Drs. Bush, Mendelow, Cagle, Tomashefski, and Griffin
concluded that the miner’s smoking history aone led to his pulmonary impairment, which contributed to
his death. Drs. Bush, Tomashefski, and Griffin stated that the miner’ s pneumoconios's, which destroyed
goproximately five percent of his lung tissue, was aminor component in his overdl lung remodeing.
Furthermore, Dr. Cagle opined that miner’ sfoca emphysema was not sgnificant in terms of the amount
of lung tissue involved.

Dr Goldblatt did not explain how pneumoconioss contributed to the miner’ s deeth and his
opinion istherefore not well reasoned. Whileit is undisputed that the miner had an extensive
underground cod mine history, the cod mine history done is not sufficient for a finding thet
pneumoconiods substantialy contributed to the miner’ s death. Drs. Bush, Mendelow, Cagle,
Tomashefski, and Griffin al consdered the miner’ s extensive cod dust exposure, but concluded that the
objective medica evidence indicates that the miner’ s pulmonary impairment was due to his cigarette
smoking. | credit these thorough, well reasoned, opinions that the miner’ s pneumoconioss did not
contribute to his death in any manner. | conclude that pneumoconiosis did not cause, contribute, or
hasten the miner’ s degth.

As the evidence does not show that the miner’ s death was due to pneumoconios's, the clam
will be denied. In light of thisdenid, Clamant’s counsd is precluded from charging afeefor his
professiona services.
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ORDER

IT IS ORDERED that the claim of Susan J. Bradley, widow of Richard P. Bradley, for benefits
under the act is DENIED.

A
DANIEL L. LELAND
Adminigrative Law Judge

DLL/edlab

NOTICE OF APPEAL RIGHTS. Pursuant to 20 C.F.R. Section 725.481, any party dissatisfied with
this Decison and Order may agpped it to the Benefits Review Board within 30 days from the date of
this Decison and Order, by filing anotice of gpped with the Benefits Review Board at P.O. Box
37601, Washington, DC 20013-7601. A copy of anotice of appea must dso be served on Dondd
S. Shire, Eq. Associate Solicitor for Black Lung Benefits. His addressis Frances Perkins Building,
Room N-2117, 200 Congtitution Avenue, N.W., Washington D.C. 20210,




